The urinary steroids have been analyzed in a 12-year-old girl with adrenal hyperplasia in whom virilization started at age 6. Androsterone and etiocholanolone levels were elevated and increased normally in response to adrenocorticotrophin (ACTH). (Jayle et al. 1960; Brooks et al. 1960 ). The limited in¬ formation about steroid excretion in such cases and the rarity of post-natal virilizing adrenal hyperplasia, prompted the presentation of our studies.
It is appropriate to compare this patient's steroid excretion and the response to adrenocorticotrophin (ACTH) not only with the normal but also with that of patients with Cushing's syndrome due to adrenal hyperplasia. For (Silber Se Porter 1954) . Normal values for women in this laboratory are: 17-KS, 5-16 mg/day; S-PC, 3-9 mg/day.
Methods of hydrolysis and extraction have been described (Lipsett Se Riter 1960) . A preliminary separation of steroid groups was performed on a silicate partition column (Wilson et al. 1958 ). The 1 l-deoxy-17-ketosteroids (11-deoxy KS) and the 11-oxy-17-ketosteroids (11-oxy KS) were then separated by paper chromatography (Lipsett Sc Riter 1960) . After elution the ketosteroids were determined by a micro-Zimmermann reaction and the values corrected to milligrams of dehydroc/n'androsterone (Wilson 1954) . Pregnanetriol was separated by paper chromatography (Lipsett Sc Riter 1960) after preliminary treatment of the appropriate fraction from the column with Girard's reagent (Girard Sc Sandulesco 1936) and measured as the sulfuric acid chromogen As a further check on identity, the pregnanetriol in Case 1 before and after ACTH and after ACTH in Cases 2, 3, and 4 was oxidized with sodium bismuthate (Bush Sc Willoughby 1957) and subsequently shown to have the same running rate as 3a-hydroxy-5/î-androstan-17 -one.
Tetrahydro F and tetrahydro E were separated in the B5 system (Bush 1952) and tetrahydro S in the E4 system of Ebcrlein Se (Fig. 2) . In case 1, the excretion of 11-OE and 11-OHE was somewhat less than normal; Cases 2, 3 and 4 excreted increased amounts of these metabolites. Following the administration of ACTH to the subjects with Cushing's syndrome, there was a greatly augmented excretion of 11-OE and 11-OHE when compared to the response of the normal subjects. The excretion of 11/3-hydroxyandrosterone was elevated in all the subjects.
The data suggest that ACTH resulted in a greater increase of 11-OHA in Cases 2, 3 and 4 than in Case 1, but too few studies have been performed to demonstrate this with certainty. In Fig. 3 There has been essential agreement that the excretion of ll/?-hydroxyandrosterone is elevated in congenital adrenal hyperplasia. This proved to be so in Case 1. Since this compound is the major metabolite of 11/3-hydroxyandrost-4-ene-3,17-dione (Bradlow Sc Gallagher 1957) and in view of the low excretion of the other 11-oxy-KS, the formation of 1 l/?-hydroxyandrostenedione and by inference androstenedione was increased in Case 1. It is also apparent that 11/9-hydroxylation was unimpaired.
The high excretion of pregnanetriol is the hall-mark of congenital adrenal hyperplasia. A marked rise in response to ACTH often occurs (Wilkins et al. 1957) indicating that the capacity of the adrenal gland to respond to ACTFI persists. This is substantiated in Case 1 by the increase in pregnanetriol after ACTH and the smaller increase in the excretion of tetrahydro E and tetra¬ hydro F.
The relatively normal excretion of cortisol metabolites does not contradict the hypothesis of impaired 21-hydroxylation since, as Bongiovanni Sc Eberlein (1958) have pointed out, this normal excretion may be achieved at the expense of increased biosynthetic activity of the adrenal gland. Cope (1959) 
